marrow monocytes and triggers intense chemokinedriven inflammation (7) . However, in the pressure- Angiotensin II-and reactive oxygen species-triggered induction of chemokines in the pressure-overloaded myocardium mediates recruitment of monocytes expressing CCR2. CCR2 þ monocytes secrete proinflammatory cytokines (such as IL-1b and tumor necrosis factor-a) and may activate lymphocytes (Ly), causing dysfunction of the remodeling heart. Monocytes may differentiate into macrophages (Ma) that secrete transforming growth factor-bs and IL-10, activating fibroblasts (F) and promoting cardiomyocyte (CM) hypertrophy.
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DO THE ACTIONS OF THE CC CHEMOKINE/ CCR2 AXIS INVOLVE EXCLUSIVELY EFFECTS ON MACROPHAGES?
The authors suggest that the protective effects of CCR2 blockade may involve actions on monocytes and macrophages. Although this is plausible, it should be emphasized that CCR2 expression has also been reported in many other cell types, including lymphocyte subsets, fibroblasts, and vascular cells. necessary to preserve perfusion in subjects with coexisting ischemic heart disease. Studies aimed at understanding the involvement of cardiac macrophages in human patients are critical to explore the potential value of chemokine targeting in heart failure.
